Extensive experimental and clinical studies during recent years have shown the importance of the renin-angiotensinaldosterone system in the regulation of sodium and water balance. There is, however, still some controversy about the significance of these substances in the pathogenesis of hypertension. The fact that markedly raised secretion of renin, angiotensin, and aldosterone may be associated with normal or even reduced blood pressure has been a perpetual source of doubt in this connexion (Gross et al., 1964 ; Brown et al., 1967) .
Data obtained from 65 hypertensive patients showed a clear-cut positive correlation between peripheral plasma renin activity and the pressor response to exogenous angiotensin II (r = + 0.75). For the various causes of hypertension, the mean values of plasma renin concentration were found to correspond closely to the mean values of the angiotensin pressor dose. In individual cases, however, the pressor dose of angiotensin was not found to be a reliable gauge of peripheral venous renin activity.
It was impossible to establish a causal diagnosis from the results of the angiotensin infusion test or the renin level in peripheral blood under normal conditions. If, however, determinations are carried out on the renal venous effluent with sodium restriction and with the patient in the upright position the renin level is very valuable both in the diagnosis of renovascular hypertension and in predicting the probable outcome of surgical treatment.
Intoduction
Extensive experimental and clinical studies during recent years have shown the importance of the renin-angiotensinaldosterone system in the regulation of sodium and water balance. There is, however, still some controversy about the significance of these substances in the pathogenesis of hypertension. The fact that markedly raised secretion of renin, angiotensin, and aldosterone may be associated with normal or even reduced blood pressure has been a perpetual source of doubt in this connexion (Gross et al., 1964 ; Brown et al., 1967) .
The elaboration of methods of assessing these three substances has facilitated the diagnosis of certain forms of hypertension. The combination of high blood pressure, low renin, and elevated aldosterone suggests Conn's syndrome Brown et al., 1965; Weidmann et al., 1967b) . Stimulation of the renin-releasing mechanisms seems to be more effective in patients with renovascular hypertension than in those with essential hypertension (Weidmann et al., 1967a) or in normal subjects (Cohen et al., 1966; Kaneko et al., 1967) . Kaplan and Silah (1964) introduced the angiotensin infusiom test as a simple screening procedure in the evaluation of hypertensives. The usefulness of this test has been confirmed by Hocken et al. (1966 ). However, Cottier et at. (1966 and Nicotero et al. (1966) found it to be of limited value, and other groups (Breckenridge, 1965 ; Fitz et al., 1965) Conn's Syndrome.-Four patients had hypertension associated with aldosteronism and hypokalaemic hypernatraemic alkalosis. Adrenal adenomas were found in three of these, while in the fourth case after bilateral operation an extra-adrenal adenoma had to be postulated .
Plasma renin activity was determined in peripheral venous blood samples by a modification of the Boucher method . The recovery percentage in our experiments was generally about 75%, and the reproducibility was ± 13 % in more than 100 double determinations. Blood samples were drawn with the patient on a normal hospital diet and in the recumbent position for more than six hours (normal range 100-400 m/ug./100 ml./3 hours incubation).
The angiotensin infusion test was carried out according to the procedure devised by Kaplan and Silah (1964 Single values fluctuated between subnormal and upper normal levels (Fig. 1) Veyrat et al., 1964; Brown et al., 1965 Brown et al., , 1967 Siegenthakr and Weidmann, 1967) .
A low renin level is typically found in Conn's syndrome. These variations are almost always accompanied by corresponding changes in serum sodium concentration (Brown et al., 1967) .
If it be assumed that the pressor effect of exogenous angiotensin reflects its endogenous plasma concentration (Kaplan and Silah, 1964) (Fig. 1) . In the angiotensin infusion test all patients required more than 10 m/Ag./kg./min. (Fig. 2) .
Parenchymal Disease of Kidney with Hypertension.-Plasma renin activity averaged 245 m,,g./100 ml (S.D. ± 163), with values in the normal range (100-400 m,:'g./100 ml.) in seven patients and somewhat raised in three (Fig. 1) (Fig. 2 ).
Conn's Syndrome.-None of the four patients studied displayed a renin activity of more than 40 m/g./100 ml. (Fig. 1) . The average pressor dose was 3.2 m/Ag./kg./min. (S.D.'±1.3) (Fig. 2) .
Decreased responsiveness to exogenous angiotensin has been reported in various conditions in which hypersecretion of renin is frequently observed. Attenuated responsiveness has been found in malignant and renovascular hypertension (Kaplan and Silah, 1964; Hocken et al., 1966; Nicotero et (Johnston and Jose, 1963; Laragh, 1962; Laragh et al., 1964; Kaplan and Silah, 1964) , during sodium depletion (Ames et al., 1965) , in pregnancy (Chesley et ao., 1965) , mi Addison's disease (Kfichel et al, 1964) , and in Bartter's syndrome (Bartter et al., 1962; Beilin et a!., 1967) . Furthermore, increased sensitivity to exogenous angiotensin has been observed in Conn's syndrome (Kaplan and Sdah, 1964) . Therefore a close relation between plasma renin and angiotensin pressor dose is to be expected. The present study shows a positive correlation (r = +0.75) between peripheral venous renin activity and angiotensin pressor dose (Fig. 3) . Similar results have recently been reported by Silah et al. (1967) . So far as the group means are concerned the angiotensin infusion test corresponds closely to the renin determination. In individual cases, however, it is not a reliable gauge of renin activity. Renin activity indeed is not necessarily representative of true renin concentration (Pickens et al., 1965) .
The diagnostic value of both the angiotensin infusion test and the peripheral renin activity, when measured in the recumbent patient receiving a normal sodium intake, is limited by overlapping of values between diagnostic groups (Figs. 1  and 2 ). Using these two procedures we were unable to separate with certainty essential hypertensives from renovascular hypertensives. However, the diagnostic usefulness of the renin assay is greatly improved if determinations are done during sodium restriction and with the patient in the upright position. As we reported previously, both conditions cause a much higher renin increase in patients with renovascular hypotension than in essential hypertensives (Weidmann et al. 1967a ). Similar observations have been published by Cohen et al. (1966) , and a recent study by Kaneko et al. (1967) presents further evidence for the existence of an increased sensitivity of the renin-releasing mechanisms in renovascular hypertension. In their patients, as well as ours, excess renin was chiefly secreted by the stenotic kidney. If, therefore, the renin assay is used for detecting renovascular hypertension, determinations should be carried out on renal venous effluent and under the stated stimulatory conditions.
In cases with aldosteronism an increased resistance to the pressor effect of exogenous angiotensin makes Conn's syndrome highly improbable. Like other authors (Kaplan and Silah, 1964) , we found a normal or increased angiotensin sensitivity and a low renin activity in such cases (Fig. 2) 
Introduction
MycoplasMa pneumoniae, formerly known as Eaton's agent, has in recent years become known as an important cause of human respiratory disease. Most serious of the common manifestations of infection is a pneumonia which is sometimes accompanied by the development of cold agglutinins in the patient's serum. More commonly the patient has a mild lower respiratory tract illness, and infection may be subclinical and detectable only by changing titres of antibody against the organism (Chanock et at, 1961) . M. pneumoniae is occasionally associated with non-respiratory syndromes. Thus acute haemolytic anaemia with atypical pneumonia may be caused by M. pneumoniae infection, and a number of patients with Stevens-Johnson syndrome, or erythema multiforme minor, have shown evidence of infection with this organism.
